The forearm ischemic exercise test has been widely employed to evaluate patients with suspected metabolic disorders of muscle function, although the procedure for carrying out the above test and the interpretation of subsequent data has varied [I]. In this paper we describe the analysis of plasma lactate levels following ischemic forearm exercise in 100 patients with exertional muscle pain and/or muscle weakness due to suspected metabolic myopathy.
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Patients were fasted and rested for 12 hours prior to test. A 21-gauge infusion butterfly was placed in the antecubital vein (without stasis), and a pre-exercise blood sample (2 ml) obtained for the determination of the resting baseline plasma lactate level. Heparinized normal saline was flushed between samples.
A sphygomanometer cuff was placed around the upper arm and inflated to a pressure of 200 mm Hg; the patient then exercised by squeezing a rubber bulb once per second for a period of 45 seconds. The cuff remained inflated for a period of I min.
following exercise, then released and a blood sample taken immediately. Additional blood samples were taken at 3, 8 and 13 min. intervals following exercise. Blood samples were immediately precipitated with an equal volume of ice-cold 10% (vk) perchloric acid, and centrifuged for 10 min at 1,OOOg. Lactate concentrations were determined by incubation of 0.05 ml of supernatant for 1 hour at 25°C in a medium (total volume 1.17 ml) containing 0.45M glycinebydrazine buffer pH9 at 25"C, 0.2% EDTA, 34 pg/ml lactate dehydrogenase and 1.7 mg/ml NAD; the increase in absorbance (AOD) at 340 nm (1 cm pathlength cell) relative to a reagent blank incubated in the absence of supernatant was used to determine the lactate conc. from the relation: lactate conc. (mM) = AOD, x 7.5 (since O D , of 1 pmol NADHJml = 6.2 units).
Of the 100 patients presenting with exertional muscle pain or weakness, 85 cases were subsequently diagnosed as "normal" on . . fold greater than normal levels), and a reduced rise in max. plasma lactate conc. following ischemic exercise (c2-fold increase above resting level). One patient with myoadenylate deaminase deficiency (diagnosed histochemically following muscle biopsy, and biochemically by the absence of increased plasma ammonia levels following ischemic exercise [4] ) showed a normal resting plasma lactate level, with an approx. 2-fold increase in maximum plasma lactate conc. following ischemic exercise.
Finally, one case demonstrated an abnormal plasma lactate conc. time course, with a normal resting plasma lactate level and delayed rise in plasma kctate conc. after exercise (still rising 13 rnin post-exercise). We would suggest that this patient may have a defect of the membrane lactate transporter as described by Fishbein [5] .
